The presence of cytoplasmic receptors has been considered to be essential in expressing most glucocorticoid responses in target tissues. However, in the rat uterus, inhibition by glucocorticoids of a number of estrogen-induced responses has been well documented (Szego and Roberts, 1953 , Szego and Daws, 1969 , Campbell, 1978 , Markaverich et al., 1981 , Stewart et al., 1983 , while the lack of glucocorticoid receptors has also been reported (Giannopoulos, 1973 , Higgins et al., 1973 , Ballard et al., 1974 , Booth and Colas, 1975 . Recently, Panko et al. (1981) observed 3H-glucocorticoid binding sites in the rat uterine cytosol with the buffer containing monothioglycerol and examined the physicochemical nature of those binding sites. However, it did not seem to be sufficiently clear whether the binding sites observed by these authors were physiologically active glucocorticoid receptors or not.
In a previous work in this laboratory (Noguchi et al., 1983) , it was observed that binding of 3H-dexamethasone to the uterine cytosol of rats was markedly enhanced by simultaneous addition of molybdate and dithiothreitol.
In the present study, to further elucidate the physiological significance of the 3H-dexamethasone binding sites in the rat uterus, some binding characteristics and Analytical methods Protein and DNA were determined by the methods of Lowry et al. (1951) and Burton (1968) using bovine serum albumin and calf thymus DNA as standards, respectively.
The radioactivity was determined in a liquid scintillation spectrometer (Aloka, LSC-700) with automatic standardization for quenching correction.
Results
Binding parameters and specificity of 3H-Dex binding to uterine cytosol As reported previously (Noguchi et al., 1983) , 3H-Dex binding to uterine cytosols was synergistically enhanced when both Mo and DTT were included in the incubation mixture of the binding experiments (Fig. 1) ; in the presence of Mo and DTT, Kd and number of maximum binding sites were approximately 0.7 nM and 0.3 pmoles per mg protein, respectively. Steroid specificity of the binding observed in the presence of Mo and DTT was also examined (Fig. 2) . Steroids which possess the biological potency of glucocorticoid showed high rates of inhibition of 3H-Dex binding, and progesterone inhibited the binding moderately, while estro- gen and androgen did not show any significant inhibitory effect. The binding specificity observed was a typical one which has been reported in glucocorticoid-receptor systems of target tissues (Izawa and Ichii, 1978, Noguchi et al., 1983 Depletion of 3H-Dex binding sites in uterine cytosol after administration of Dex Depletion of the cytoplasmic receptor after steroid hormone administration has been attributed to translocation of receptors to nuclei following binding with steroid hormones. Therefore, the depletion of the cytoplasmic receptor seems to be one of the indices to be used in evaluating the physiological roles of the binding sites for steroid hormones. For this reason, changes in the binding sites for 3H-Dex 30 min after Dexadministration were examined (Fig. 3) cytosol was not significantly altered after adrenalectomy, ovariectomy or estrogen administration during the experimental periods (Table 2 ). Kd's for 3H-Dex were not altered significantly by any of the treatments described above.
Comparison of the pattern of depletion ana replenishment of 3H-Dex binding sites in cytosols from the uterus after administration of Dex with those of the liver and thymus The time-course of the depletion of the binding sites was compared in these tissues (Fig. 4-C) . As reported by Sando et al. (1979) (Noguchi et al., 1983) . The presence of at least two different inhibiting factors for 3H-Dex binding, one related to DTT and the other sensitive to Mo, is suggested by these results. Inhibiting factors for 3H-Dex binding have also been detected in the uterine cytosol (Fig. 5, Izawa et al., 1984) . Therefore, it seems probable that the inhibiting factors mask the binding sites for 3H-Dex during the period of tissue processing in vitro. The addition of Mo and DTT abolished the action of the inhibiting factors and the demasked binding sites become detectable. 
